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[HE] BB FIHEMEEFE (reactive oxygen species, ROS) /JTER{E B YA F 1 (silent information regulator
1, SIRT1) Xf& %A 3 BEAS-2B ALK AR5 05E 0 . ik S0k =5y (1) 4 A% 0h (HO) 41,
HO6ZH . HI24H . H24 4], HA84. (2) AN - AXTHRAL . HA8LH . % 48 h+SIRT1HIHIF] (H48+EX 527) 41N
148048 h+SIRT1 BN (H48+SRT1720) #H. (3) 4HASr AXTHRZL . (%048 h+ LR R (H48+NAC) AN
H48 20 . SR PR F A ROS K-, Western blot BEAGN SIRT1 FIZR KA M SE T 1 2K, Gl se e
ISR AR A S 3RS, B RBERMARATEE, SR (1) SHO4FHI, H64l. HI241, H2441H1
H48 4l ROS DGR FEHE i (P<0.05), H48 21 SIRT1 R A X 28 11 R B K IEAK (P<0.05), H24 41H1H48 4]
LRI G (PO R (P<0.05). (2) 5 H48 1AL, H48+SRT1720 Ll LKA AH I (I F ik K- T,
Zebi RIS I (P<0.05) 5 H48+EX 527 4 2 (A A 2> (P<0.05) . (3) 5 H48 4l tL, H48+
NAC 21 ROS %GR FEREAR, SIRTL ANEAL R G B (1 3R KT Fh i, SRR 3 10 BRI S-S Lb 3 e (P
<0.05). #i& ROSASIRTIHIZ 5 T =815 219 BEAS-2B A Ak iA i i .
[FEYRILRIZE, 2024, 26 (8): 852-860]
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Role of reactive oxygen species/silent information regulator 1 in hyperoxia-induced
bronchial epithelial cell injury

YANG Kun, WU Yue, ZHANG Rong, LEI Xiao-Ping, KANG Lan, DONG Wen-Bin. Department of Neonatology,
Children's Medical Center, Affiliated Hospital of Southwest Medical University/Sichuan Clinical Research Center for
Birth Defects, Luzhou, Sichuan 646000, China (Dong W-B, Email: dongwenbin2000@,163.com)

Abstract: Objective To investigate the effect of reactive oxygen species (ROS)/silent information regulator 1
(SIRT1) on hyperoxia-induced mitochondrial injury in BEAS-2B cells. Methods The experiment was divided into
three parts. In the first part, cells were divided into HO, H6, H12, H24, and H48 groups. In the second part, cells were
divided into control group, H48 group, H48 hyperoxia+SIRT1 inhibitor group (H48+EX 527 group), and H48 hyperoxia+
SIRT1 agonist group (H48+SRT1720 group). In the third part, cells were divided into control group, 48-hour hyperoxia+
N-acetylcysteine group (H48+NAC group), and H48 group. The ROS kit was used to measure the level of ROS. Western
blot and immunofluorescent staining were used to measure the expression levels of SIRT1 and mitochondria-related
proteins. Transmission electron microscopy was used to observe the morphology of mitochondria. Results Compared
with the HO group, the H6, H12, H24, and H48 groups had a significantly increased fluorescence intensity of ROS (P
<0.05), the H48 group had significant reductions in the expression levels of SIRT1 protein and mitochondria-related
proteins (P<0.05), and the H24 and H48 groups had a significant reduction in the fluorescence intensity of mitochondria-
related proteins (P<0.05). Compared with the H48 group, the H48+SRT1720 group had significant increases in the
expression levels of mitochondria-related proteins and the mitochondrial aspect ratio (P<0.05), and the H48+EX 527
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group had a significant reduction in the mitochondrial area (P<0.05). Compared with the H48 group, the H48+NAC
group had a significantly decreased fluorescence intensity of ROS (P<0.05) and significantly increased levels of SIRT1

protein, mitochondria-related proteins, mitochondrial area, and mitochondrial aspect ratio (P<0.05). Conclusions

The

ROS/SIRT1 axis is involved in hyperoxia-induced mitochondrial injury in BEAS-2B cells.
[Chinese Journal of Contemporary Pediatrics, 2024, 26(8): 852-860]
Key words: Mitochondrial injury; Hyperoxia; Reactive oxygen species; Silent information regulator 1; Human

bronchial epithelial cell

XREM A B A K (bronchopulmonary
dysplasia, BPD) 2% WA 5L JLIG RS, LAH
AU L4 B B A A E B B T, R AL
Ml A, faRHERMARGRZ 7 WA
AN OR: BPD (1Y JCHEBR BN R 3R 1 B R
Az i P R R R B 1O -5 BPD B & R IR
Ao LI Bk, 1% (reactive oxygen
species, ROS) B E AT E IR 2 T 2O . Pg
TN B Voiw IS U =R NI RO i) ok ARG
A

2 B - 20 M0 3R o 3B R A A R A D A 2
(ubiquinol-cytochrome ¢ reductase complex core
protein 2, UQCRC2) ZZR ARG SR AL, #7
B A (citrate synthase, CS) & =R I
S, R T AORARRE RACHPIR S . FRE R
PR A A 1) RE B 5% 2K R BPD Y — > E S ER
F W IR R F 2 (nuclear respiratory factor 2,
Nef2) 3 5 ZoR AR A 4 e A BPD PRl A %56
BEPEF 0 A, LRI BN T YRR LR 1A
AL R OCE L BRI EORLAAE
B IMEHEH 1 (dynamin-related protein 1, DRP1) |
LR R ATTE T 1 (mitochondrial fission protein 1,
FIS1) . £k ¥ K 43 2 A T (mitochondrial fission
factor, MFF) 141 5 T 73 24 80P A~ e s 14 1) 3
U B E, UQCRC2, CS. Nif2, DRPI,
FIST T MEFF 2635 75 1057 1 T 26 65 4 B oy
WA R B T U

UL AR B F 1 (silent information
regulator 1, SIRT1) JE55—M7EMiFLah Wb & i)
sirtuins ] 5%, B PUAALFPTRFrE o AR
HFTHIE S R LA P s AR 87 Jn . A Il B
A AZ A0 R SIRTY B 4% 7K ¥ B AR AN A% ot 50 4 4
e, 7R SIRTL /& BPD ) — A 8 2 4 4 7 .
SR, SIRT1 245 ] LA 42 i 75 S Y 2oL (A 485 1
R 52 B ROS WY TH T M AT AE . Ik, AwF
TR S5 T ROS B LA SIRT1, - M 534
LRI, HATRES 5 1 BPD A& bl i (st
FRAEZAR L, A LSS A BEAS-

2B WA I 4, il A ST AN MR AR A, R
ROS/SIRT {5 538 7 =1 A 75 1 BEAS-2B 2 it
Bt BIVERT, b BPD 9 &SR ALl AT A J6 7 A
PR AT
1 MRS FE®
1.1
BEAS-2B 4fi it i F Jb 4h B3k AE R R
Al ; DMEM & B 8% 3% 56 R0 G 48 1l 35 W A 18 =
VivaCell A 7] ; SIRT1 #l1i5) Selisistat (EX 527) I
SIRT1 # 2/ 7 SRT1720 HC1 (SRT1720) Wy [ 26 [
Selleck 2 #l 5 2, Bk 2 Bt & B (N—Acetylcysteine,
NAC) I H 3¢ [E MedChemExpress 2y 7] 3 35 M4 H 1E
WALAE MY . BCA 8 F VR JE M @ il & . SDS-
PAGE BERE i £ 10 G0 A bt RS ERHEAT IR A
Al TRITCARCILI AR IgG (H+L) FIFITCARIC
EP R TG (H+L) W At h 2 &4 AR W3
ARAFBRA ] 3 SIRT1HINe2 Fi 440 [ 32 E Abeam 23
Fl; CSHLIARM A 32 [F Santa Cruz Biotechnology 24
H]; DRP1, MFF. FISI I UQCRC2 HiLiA& M A [
R =N F] 5 B-actin FLRIA F VL I8E R Wbk
FEHPOLARRAT; 4% ZRPEE . BEEAR . RIPA
SUEW . PUARTRREWL . WERR DRy o T P A A i
R&W A LA REYHER B A RN ;
PVDF [ [ 3% [ Millipore 23 ]
1.2 ZWHAE

Z: MRAS TR B2 1 09 07 vk 37 = A5 3 1Y BEAS-
2B AN iR Y, ARSI Ao =y (1) 4
Misr R 0h (HO) 41, H64l., HI24 . H24
ZH . HA8 4 . WMLEEAS[A] i [a] i & A %F ROS 7K - |
SIRT1 M ZR R ARTNRERY RE M o (2) 450 A %o R
ZH . H48 4 . 754 48 h+SIRT1 # #H1#] (H48+EX
527) 4H R %A 48 h+SIRTI 3% 3h 7 (H48+
SRT1720) #H. Wi%<SIRTI 7E & 4175 S 00 40 i 3 45
HIER . (3) AffA Axt HRAL . /R %48 h+ LTt
HPEERR (HA8+NAC) . H484H . WLEZE ROS X i,
A RN AL AT Eb AT
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1.3 EESKRNRFIERNROS KFE

20 M AP AR T 24 FLAR L U REE 24 h R &R
) 2% 1 A B A RE DY A5 F T R D i 85 57 SR
DCFH-DA % Y6 8 &1 #5881 000 15 . PBS 18 2 1%,
A1 mL B BAF ) DCFH-DA, - 37°C 45 7544
N A 20 min, TG I I 5% 37 2L 95 k45 4 4i g
3. TEF WA N MEHRERIG, MR
5/HREY, FH Image J AR -F- 9SG0 EE . SE8
LVAC VIR
14 HERXEFEEKRN MFF, FIS1, CS#A
UQCRC2 %i%

YA R T 24 LA P 2R R S5 AL . PBS
W2, 4% Z KW E 15 min, PBS L3
W, WA 0.5% TritonX-1003# 3% 10 min, 37 TritonX-
100, JiMA 500 L 10% &} b FH IE (L2 158 355 4
1 he FFH MW, A MFF (1: 200) . CS
(1:100). UQCRC2 (1:200) AIFIS (1:200)
—$i, 4CHEFLKR. FF—Pi, PBSIHEWE3 K. I
AZHE (1:100) BEEHE 2 h, FE 90, PBSIFIE3
o TIMPLHCE K E Rl . TR T 0
IR AERMG, BAHER4~6 M IEF, H Image J
U ¢ R D/ U 95 A M VA 8 = HC R/ @

1.5 Western blot # ] SIRT1, Nrf2, DRP1.
MFF. FIS1, CS#1UQCRC2EBRiAKkF

JH RIPA 241 i HR B 4 AN M 1 . BCA &
M EAHWIE. A S x HA LFRE PR AR B
B BERAMRA S, 2 A Bk B FERE,
7% WG 1A 70 min, PBST 3% PVDF 3 7K,
5 min’ ., JIIASIRTL (1:2000), Nrf2 (1:1000),
DRP1 (1:2000), MFF (1:20000), FIS (1:3000),
CS (1:1000) ., UQCRC2 (1: 10000) FI B-actin
(1:5000) —¥i, 4CEERMBFLHK . X HHIPBST
Pk % PVDF i 3 ¥k, 10 min/AR . 1 A i
(1:2000), ZEIRIFFH 70 min, PBST %% PVDF fii

HOZH H6 21
HO group H6 group

H12 21
H12 group

B1 BEEFZE0. 6. 12, 24, 48 hEIBEAS-2B A1 ROS /K F (F¢e i i, x200)

37, 10 min/ik . JINA ECLAL2E &G AT 5 .
H Image J #4005 H (%) 2 FH F B-actin 19 K BEAHL,
DL H B8 A B-actin 1Y FLAELVE A H 0985 1 AR X
Fikht, LI ERE 3R,
1.6 EHBERERNERERS

ML RN T 10 em BRI AR S50 B
PBSVEVE2 YK, ZiE 1000 t/min B5.0> 5 min WS40
Mo F I, A1 mL & 3% % R PBS ¥ i &
YN, BT 4CUKFEFE S min, 5B AHER
£ 1.5 mL .0, 4°C 12 000 r/min &0 10 min, 7
VL A 3% 1% T I E SR o 1% DU AR AR T
SE2h, WEIESEBIK (20 min/k), 35, AU,
il 25 60~90 nm Y] o Yeta 5 LK VR 3 K,
] X7 R ) PN T R
BB R AR MR, AR E 3 S HLEF, H Image Pro
Plus 6.0 /400 2 2R AR i ~F- B BRI SE L
SIS A 3K
1.7 S ZEaH

* H SPSS 22.0. GraphPad Prism, Image Pro
Plus 6.0 Al Image J B A XT AR AT 00 . #F6
IESD AT R IR « bR (x+s) £
N, Z SR R Ty 22508, AR e
FE A0 LSD Ki 56 . P<0.05 b 22 7 B 4 it 2

B,
2 R

21 SERF|EAFEMESZEHMAMEROSKFLLE

5Ho4 (17.7+15) L, H6 4l (23.4+
1.0) . HI24] (39.2+3.6), H24 4] (54.6+2.0) .
H484H (57.1 +0.3) ROSZIGHRE I (P<0.05) ;
H12 20 ROS 5% # Ho 434 (P<0.001); H24
ZH F1 H48 ZH ROS 2¢Ot o B &8 HI12 A 4% i (P
<0.001). WK 1.

H24 2
H24 group

H48 41
H48 group

LA THEICE ROS

KA, B0 R 22 ROS /K- . H6 2H ROS 7KV T-HOZH , H124H ROS /K Vi T-H6 2H , H24 #H #1 H48 #H ROS /K V-1 T

HI124 .
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22 BEEETFTRFRESZAAMSIRTI, Nrf2, K3, £2,
DRP1. MFF, FIS1, CS#AIUQCRC2ZEHFKiA/k 2.4 SIRT1HHEIFIF0HshF T /5 & HL0A Nrf2,
TEE B DRP1. MFF, FIS1, CSFIUQCRC2ZEHKFLbi
5 HO 44 Hb, H48 44 SIRT1. Nif2. DRPI, EjXFRRAL L, HA8 ZH il HA8+EX 527 £ Nif2
MFF., FIS1. CSH1UQCRC2 & A KIXKFEHEAML  DRP1, MFF, FIS1. CSH1UQCRC2 % 25 B A%
(P<0.05). W2, #£1, (P<0.05), H48+SRT17204H iR k% H48 41

12 3 4 5
SIRTI MWD MR % S 130 kDa
ot [ 7o

B-actin ’-’.-‘ 43 kDa
FIS] o &= &= == &% 15kDa

B-actin m 43 kDa

CS [ o ——— 52 kDa

P S ————— £ L0
bacrc? N o il <5501

B-actin 43 kDa

Nrf2 S S G- - s, /2 kD2

B2 B&O0. 6. 12, 24, 48 h if BEAS-2B #li i

SIRT1. Nrf2, DRP1. MFF, FIS1, CSTIUQCRC2%EH
RIEEHHE 1: HOZH; 2: H64H; 3: HI2H; 4. H244;
5: H484H.

23 EERBEAENESSHMBMFF, FIST,
CS#IUQCRC2ERBFRIAIFE MR

5 HO A1 Eb, H24 41 F1 H48 41 MFF, FISI,
CS F1UQCRC2 & 2GR B L (P<0.05). I

&1 BEO. 6.

12, 24, 48 hBf BEAS-2B 4@ SIRT1.

FIH48+EX 527 41T (P<0.05). W4, %3,
2.5 SIRT1 ] &l 77 F0 i 3h 7 T ¥ 5 % 246 20 B & il
RSB

5% [ (2.42+025) pm’] H#, H484
[ (1.07£0.27) pm?] FIH48+EX 5274 [ (0.41 =+
0.11) pm’] AT D> (P<0.001), Jf
H H48+EX 527 411k T H48 41 (P=0.004) ; H48+
SRT17202H [ (0.85+0.11) pwm*] ZRAifAF-147H R
5 T H48+EX 527 ZH A H482H (P<0.05)., SXFHER4H
(1.83+0.10) M4, H484H (1.48+0.04) F1H48+
EX 527 4 (1.54+0.03) &K 2K 58 Hb B A
(P<0.001); H48+SRT17204H (1.80+0.02) Zkifk
K BE LG B T H48 4H A HA8+EX 527 4 (P
<0.001). WL 5,
2.6 NAC THi/g& A4 ROS /KT EL 8

55X (52+4.8) H#, H4A84] (60.0+
2.4) ROSZEGHREEIE N (P<0.001); 5 H48 41tk
B, HA8+NACHL (51.2+1.4) ROSZE 00 BE FEAR
(P=0.015). VLKA 6,
2.7 NACTFHi/5&HMA SIRT1, Nrf2, DRP1,
MFF. FIS1, CSF1UQCRC2ZEA/KFLLER

5%f B4 Hes, H48 41 SIRT1, Nrf2, DRPI,
MFF. FIS1. CS il UQCRC2 % 11 % ik &% (P
<0.05), i H48+NAC 4 I iR 2 1 R ik 4 Ha8 4 T
f (P<0.05). W7, %4,

Nrf2, DRP1. MFF. FIS1, CS

FMUQCRC2EBEFIAKFELLER (¥+s, n=3)

20 51 SIRT1 Nif2 DRP1 MFF FIS1 cS UQCRC2
HOA 1.00 £0.18 1.00 £0.12 1.00 £0.12 1.00 £ 0.09 1.00 +0.04 1.00 £0.17 1.00 +0.25
H6 4 0.91+0.11 1.05+0.16 1.02 £0.27 0.74 £0.06°  0.82+0.06" 0.84 +0.09 0.88+0.16
HI24 0.92 +0.08 0.90 £0.12 1.05+0.14 0.84 £0.15 0.84 +0.08 0.73 £0.21° 0.85+0.21
H24 41 0.67 £0.16"  0.77 £0.07" 0.81 +0.06 0.73+0.17*  0.78 £0.17° 0.65 +0.09" 0.65 +0.03"
H48 4 0.58 £0.03™™ 048 £0.19"™  0.60+0.04*  0.670.08  0.63+0.08"  0.57=0.04"  0.50+0.03"

FIH 6.25 8.08 4.89 3.59 5.73 4.57 4.40

PiA 0.009 0.004 0.019 0.046 0.012 0.023 0.026

e [SIRTL] USRI T 15

%24 b
<0.05,

[Nif2] BOFIEIHF2; [DRPL] ZhAAHoCE A 1
M1 [CS] MM AEE; [UQCRC2] yZR-dif R o W FETE A A L EH 2; [HO] M40 h;
[H48] #%48 ho a/m 5 HO4L AL, P<0.05; bn5H64] A,

[MFF] ZRRiARsy 241 [FIS1] bRk A
[H6] B4 6h; [HI2] @4 12h; [H24]
P<0.05; c/”5HI2ALH, P<0.05; d/R5H24 4 L, P
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MFF

DAPI Merge

HO4
HO group

Ho6 41
H6 group

HI124
H12 group

H24 4
H24 group

H4841
H48 group

URCRC2 DAPI Merge

HOZ4
HO group

He6 41
H6 group

H1241
H12 group

H24 211
H24 group

H48 41
H48 group

--- < »

3
x 400)

o
o

*x2 BEAS-2BZHRIfEES0. 6. 12, 24, 48 hEtMFF.
FIS1, CS#IUQCRC2 E A HIRELLE

(x+s, n=3)

A5 MFF FIS1 s UQCRC2
HOZ 79.0+10  700+10 620+1.0 723+15
H64 783+21 69.0+10 62361 71321
HI2H 673+42" 587+40" 587+84 650+2.7
H244 32044 293+4.9"° 343:32"° 453 +83""
HASZH 34.0+2.7 27.0+2.0™° 26.3+3.5" 31.3 +4.7%

FIH  169.02 143.76 33.37 46.26

Pl <0.001 <0.001 <0.001 <0.001

e [MFF] ZRRi sy 24K 5 [FISL] ZRRiiR AT H A 1
[CS] Fr&EmAmE; [UQCRC2] ZRE-AM K o i R &2 & 7Rk
D#E A 2; [HO] M4 0h; [H6] mi46h; [HI2] F412 h;
[H24] @424 h; [H48] F%A 48 h, azn5 HOZ A, P<0.05; b
A HOH LA, P<0.05; cn 5 HI2AE, P<0.05; d7n5 H24
ALEbH, P<0.05,

FIS1 DAPI Merge

DAPI

| -
- v . -
) - -

BS80, 6. 12, 24, 48 hif BEAS-2B 41 MFF, FIS1, CS#MUQCRC2 ZEH R IXER (FLmim
SHOHAM L, H244HAMHAS L MFF, FISI, CSHIUQCRC2 & 7G5 R

DRPI 78 kDa

Nrf2 42 kDa

B-actin 43 kDa

MFF 35 kDa

B-actin 43 kDa

FIS1 15 kDa

B-actin 43 kDa

CS 52 kDa

I

B-actin D GG <3 kDa

UQCRC? e s s w® 43 kDa

f-actin P--- 43 kDa

B 4 SIRT1 # 5 F0 #4030 5 T ¥ /5 &% 46 48 AR Nirf2,
DRP1. MFF. FIS1, CS#TIUQCRC2 EH RiE &+ HE
1: XFHEZH; 2. H484H; 3. H48+EX 52741; 4. H48+SRT17204.
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%3 SIRT1HFIFIFEFI T EMME N2, DRP1. MFF, FIS1,
CSFIUQCRC2EBRIAKFLE (x+s, n=3)

285 Nif2 DRP1 MFF FIS1 CS UQCRC2
Xof R 1.00 £ 0.11 1.00 +0.13 1.00 +0.18 1.00 + 0.25 1.00 +0.14 1.00 + 0.03
H48 21 0.44 +0.14" 0.61 +0.05" 0.46 +0.24" 0.46 +0.16" 0.52 £ 0.23" 0.49 +0.16
H48+EX 52744 0.46 + 0.08" 0.60 + 0.04" 0.42+0.19" 0.43 £0.09" 0.46 + 0.04" 0.47 +0.25"
H48+SRT1720 2 0.79 + 0.12"° 0.85 + 0.05"* 0.95 + 0.08" 0.99 + 0.20" 1.18 +0.23"" 0.94 +0.14"°

FH 16.47 19.53 8.55 8.87 11.83 9.08

P{H <0.001 <0.001 0.007 0.006 0.003 0.006

TE: [Nef2] BERFWEIEF2; [DRPL] S JiAHOCH M 1 [MFF] SRR IS 2L 1 [FIS1] SRBLARZBIE A1 [CS] ArEETRE 1
[UQCRC2] ZBE-ANM (%K o B JFEHE G DA 2; [HA8] Fi%E 48 h; [H48+EX 527] #4448 h+SIRTI #IHIF]; [H48+SRT1720] %A

48 h+SIRT1 AN . asm SXTHAZH LA, P<0.05; brn'5 HA84H IbAL, P<0.05; 755 H48+EX 527 41 [b#¢, P<0.05,
X A ZH H48 41 H48+EX 52741 H48+SRT1720 41

Control group H48 group H48+EX 527 group H48+SRT1720 group

B 5 SIRT1#IFIFIFEF TS BAMEENETSRESEER (x12000) Xof R 2R b A g (K440,
AT WZRERIG ;. HA8 ZHAN HAS+EX 527 ZHE bR /NI, ZAREARIBTE IS ; HAS+SRT 1720 A AT S AN (AU 40 5

X A H48 41 H48+NAC4]
Control group H48 group H48+NAC group

E6 NACTFWE&MAMAROSKE (365014, x200) DR E ROS K-, B @A 2 ROS K-
BT H48ZH ROS/K V-5 T4 R4, H48+NAC 41 ROS /K FI T- H48 4 ,
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12 3 2.8 NAC THlg & AMER KSR
SIRT| @ esses @ses 130 kDa S5XIHEA [ (1.36+0.10) pm®] i, H484
Practin. | 43 kDa [ (0.43£0.04) wm’] ZRARF- 25 10 ALEAE (P
s |G 5 <0.001); H48+NACZL [ (1.13£0.09) um’] 2k
P-actin WD NS @M 43 kDa PRSF 24 1 B AR HA8 A4 i (P<0.001) . 5%} B 41
UQCRC) ‘@ s s 48 kDa (1.76 +0.08) %, H484H (1.53+0.05) ZRAifk
Bractin -em———— 43 kD K GE A (P=0.002); H48+NACZL (1.66 +
DRPI W - 75 KDa 0.02) 2 ki 1 4 55 L e Ha8 413 (=
N2 ‘.~ 42kDa 0.023). WL 8,

43 kDa

35 kDa

15 kDa

43 kDa
B 7 NAC F#i/5&H4AM SIRT1. Nrf2, DRP1,

MFF. FIS1. CSFAIUQCRC2ERA KL &HHE 1: %
ZH; 2. H48+NACZH; 3. H484.

*4 NACT/EEEMAESIRTI. Nrf2, DRP1. MFF, FIS1, CS#IUQCRC2EHRIEKELLE (x+s, n=3)

4151 SIRT1 Nif2 DRP1 MFF FIS1 cs UQCRC2
gt 1.00 +0.20 1.00£0.18  1.000+0.023  1.00+0.05  1.000£0.097 1.000+0.083  1.00+0.05
H48 4 050+0.04" 037005  0.541£0090" 0.60+0.12" 05080082 0.566+0.010' 0.61+0.04"
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Pl 0.006 0.002 0.001 0.005 0.004 <0.001 <0.001
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